EPIDEMIOLOGY
BULLETIN

James B. Kenley, M.D., Commissioner
Grayson B. Miller, Jr., M.D., Epidemiologist

Editor: Carl W. Armstrong, M.D.

S
AR

Volume 85, Number 6

Vibrio vulnificus and Patients With Liver Disease

Patients with chronic illness such as
liver disease and other diseases with
possible or definite hepatic involve-
ment, such as hemochromatosis, tha-
lassemia major, alcoholism or malig-
nancy, should be advised not to eat
raw or uncooked seafood. Increasing
evidence indicates that patients with
such chronic diseases are at higher
risk of septicemia and death from eat-
ing raw seafood, especially raw oys-

_ters, due to contamination with Vibrio
|- ulnificus.'?

The reason for the higher suscepti-
bility to V. vulnificus infection among
patients with liver disease is not en-
tirely clear. However, it is suspected
that these patients are more suscepti-
ble to bacterial infections because of
poor nutrition and defective blood cell
functions, including decreased bacte-
ricidal activity. Impaired iron metabo-
lism in patients with hemochromato-
sis and alcohol-related and other liver
disease is likely to play a role in sus-
ceptibility to infection.

V. vulnificus is endemic in the ma-
rine environment and is commonly re-
covered from nonpolluted seawater,
estuarine sediments and seafood.
There is no known practical measure
to identify seafood that may be con-
taminated with this organism. Current
data suggest that V. vulnificus infec-
tions are endemic along the coast of
the Gulf of Mexico and to a lesser
extent along the Pacific and Atlantic

coasts, including the Chesapeake
Bay.? The infections tend to occur in
fishermen and shellfish consumers
during the relatively warm months of
May to October.*+’

V. vulnificus causes two distinct
clinical syndromes with different por-
tals of entry. The first is wound infec-
tion, which results from injury sus-
tained in, or secondarily
contaminated by, seawater or shellfish
handling. The second syndrome is
that of septicemia among persons with
certain pre-existing chronic diseases
following ingestion of raw or under-
cooked seafood. It is this latter syn-
drome which is the concern of this
article.

Symptoms and signs associated
with systemic V. vulnificus infection
are fever, chills, nausea, vomiting and
abdominal pain. V. vulnificus infec-
tions may be life-threatening and can
progress rapidly; in persons with pre-
existing liver disease, 50% mortality
has been reported. Death has oc-
curred within two days of exposure.
Patients with chronic liver disease
showing signs and symptoms of septi-
cemia and a recent history of raw
seafood ingestion should be managed
as though potentially infected with V.
vulnificus. These patients must be
treated immediately, even before the
V. vulnificus is identified and antibi-
otic susceptibility determined. The

organism is sensitive to some antimi-

crobial agents used in sepsis or severe

wound infections; e.g., tetracycline

(drug of choice), furazolidone, and

chloramphenicol.®
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Antibody to HTLV-III/LAV

Testing Donors of Organs, Tlssues, and Semen

The U.S. Public Health Service has
recommended that all donated blood
and plasma be tested for antibody to
human T-lymphotropic virus type 111/
lymphadenopathy-associated virus
(HTLV-1II/LAV), the virus that
causes acquired immunodeficiency

syndrome (AIDS) (/). It is addition- -

ally recommended that blood or se-
rum from donors of organs, tissues, or
semen intended for human use be
similarly tested and that the test result
be used to evaluate the appropriate
use of such materials from these
donors. Although AIDS has not been
reported to have been associated with
such use, semen and other body flu-
ids, including blood, may harbor the
virus. Thus, organs, tissues, and se-
men obtained from HTLV-III/LAV
antibody-positive persons must be
considered as potentially infectious.
Persons in groups having an increased
risk for AIDS should not donate or-
gans, tissues, or semen, regardless of
the result of the antibody test; this is
the same policy currently followed for
blood donations. It is recognized that
the circumstances of organ procure-
ment and the logistics of transplanta-
tion may in some instances not permit

the use of an HTLV-III/LAV test.

However, when feasible such testing

is prudent.
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Change of ¥
Address

Several mailing lists are used
for the Bulletin. Since two lists
come from sources outside the
Virginia Department of Health, it
is requested that notifications of
changes of address be sent to the
appropriate agencies. Please re-
port, in writing, any address
changes, additions or deletions as
follows:

All physicians licensed to
practice in Virginia.
Mail corrections to:

Ms. Eugenia Dorson

Department of Health
Regulatory Boards
P.O. Box 27708

Richmond, VA 23261

All veterinarians licensed to
practice in Virginia.
Mail corrections to:

Ms. Connie Tate
Virginia Board of Veterinary
Medicine
P.O. Box 27708
Richmond, VA 23261

All other persons and
institutions.
Mail corrections to:

State Department of Health
Division of Epidemiology
109 Governor Street, Room 701
Richmond, VA 23219
Attn.: Jeanie P. Beagle

Your help in notifying the cor-
rect office will help ensure that
address changes are made
promptly.
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Recommendation of the Immunization Practices Advisory
Committee (ACIP) of the U.S. Public Health Service

Meningococcal Vaccines

Introduction

A polysaccharide vaccine against
disecase caused by Neisseria
meningitidis serogroups A, C, Y, and
W-135 is currently licensed in the
United States. This statement updates
the previous statement (MMWR
1978:27:327-9), summarizes available
information on the vaccine, and offers
guidelines for its use in the civilian
population of the United States.
Meningococcal Disease

N. meningitidis causes both en-
demic and epidemic disease, princi-
pally meningitis and meningococce-
mia. It is the second most common
cause of bacterial meningitis in the
United States (approximately 20% of
all cases), affecting an estimated
3.000-4,000 people each year. The
case-fatality rate is approximately
10% for meningococcal meningitis
and 20% for meningococcemia, de-
spite therapy with antimicrobial
agents, such as penicillin, to which all
strains remain highly sensitive.

No major epidemic of meningococ-
cal disease has occurred in the United
States since 1946, although localized
community outbreaks have been re-
ported. The incidence of endemic
meningococcal disease peaks in the
late winter to early spring. Attack
rates are highest among children aged
6-12 months and then steadily decline;
by age 5 years, the incidence approxi-
mates that for adults. Serogroup B,
for which a vaccine is not yet avail-
able, accounts for 50%-55% of all
cases; serogroup C, for 20%-25%; and
serogroup W-135, for 15%. Sero-
groups Y (10%) and A (1%-2%) ac-
count for nearly all remaining cases.
Serogroup W-135 has emerged as a
major cause of disease only since 1975
(/). While serogroup A causes only a
small proportion of endemic disease
in the United States, it is the most
common cause of epidemics
elsewhere. Less commonly, sero-
groups C and B can also cause epi-
demic disease.

People with certain chronic condi-
tions appear to be at increased risk of
developing meningococcal infection.
Meningococcal disease is particularly
common among individuals with com-
ponent deficiencies in the final com-
mon complement pathway (C3, C5-
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C9), many of whom experience
multiple episodes of infection (2). As-
plenic persons seem also to be at in-
creased risk of developing meningo-
coccal disease and experience
particularly severe infections (3). It is
uncertain whether individuals with
other diseases associated with im-
munosuppression are at higher risk of
acquiring meningococcal disease, as
they are for disease caused by other
encapsulated bacteria. In the past,
new military recruits were at espe-
cially high risk, particularly for sero-
group C disease; however, since rou-
tine vaccination of recruits with the
bivalent A/C vaccine began in 1971,
disease caused by those serogroups
has been uncommon. Military recruits
currently receive the A,C.Y,W-135
vaccine.
Meningococcal Polysaccharide Vaccines
The recently licensed quadrivalent
A.C,Y,W-135 vaccine (Menomune®—
A/C/Y/W-135, manufactured by
Squibb-Connaught) is the formulation
currently available in the United
States. The vaccine consists of 50 pg
each of the respective purified bacte-
rial capsular polysaccharides.

Vaccine efficacy. Numerous studies
have demonstrated the immunogenic-
ity and clinical efficacy of the A and C
vaccines. The serogroup A polysac-
charide induces antibody in some chil-
dren as young as 3 months of age,
although a response comparable to
that seen in adults is not achieved
until 4 or 5 years of age; the serogroup
C component does not induce a good
antibody response before age 18-24

months (4,5). The serogroup A vac-
cine has been shown to have a clinical
efficacy of 85%-95% and to be of use
in controlling epidemics. A similar
level of clinical efficacy has been dem-
onstrated for the serogroup C vac-
cine, both in American military re-
cruits and in an epidemic. The group
Y and W-135 polysaccharides have
been shown to be safe and immuno-
genic in adults (6-9) and in children
over 2 years of age: clinical protection
has not been demonstrated directly,
but is assumed, based on the produc-
tion of bactericidal antibody, which
for group C has been correlated with
clinical protection. The antibody re-
sponses to each of the four polysac-
charides in the quadrivalent vaccine
are serogroup-specific and indepen-
dent.

Duration of efficacy. Antibodies
against the group A and C polysac-
charides decline markedly over the
first 3 years following a single dose of
vaccine (5,/0-13). This antibody de-
cline is more rapid in infants and
young children than in adults. Simi-
larly, while vaccine-induced clinical
protection probably persists in
schoolchildren and adults for at least 3
years, a recent study in Africa has
demonstrated a marked decline in the
efficacy of the group A vaccine in
young children over time. In this
study, efficacy declined from greater
than 90% to less than 10% over 3
years in those under 4 years of age at
the time of vaccination; in older chil-
dren, efficacy was still 67% 3 years
after vaccination (/4).
Recommendations for Vaccine Use

Routine vaccination of civilians
with meningococcal polysaccharide
vaccine is not recommended for the
following reasons: (1) the risk of infec-
tion in the United States is low; (2) a
vaccine against serogroup B, the ma-
jor cause of meningococcal disease in
the United States, is not yet available;
and (3) much of the meningococcal
disease in the United States occurs
among children too young to benefit
from the vaccine. However, the vac-
cine has been shown to be of use in
aborting outbreaks due to serogroups
represented in the vaccine and should
be used in their control. In an out-

Continued to page 4
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Continued from page 3

break, the serogroup should be deter-
mined and the population at risk delin-
eated by neighborhood, school,
dormitory, or other reasonable
boundary. Although endemic disease
is very uncommon above age 5 years,
older children, adolescents, and
young adults constitute a higher pro-
portion of cases during epidemics and
may warrant vaccination during an
outbreak (/5).

Routine immunization with the
quadrivalent vaccine is recommended
for particular high-risk groups, includ-
ing individuals with terminal comple-
ment component deficiencies and
those with anatomic or functional as-
plenia. Persons splenectomized be-
cause of trauma or nonlymphoid tu-
mors and those with inherited
complement deficiencies have accept-
able antibody responses to meningo-
coccal vaccine, although clinical effi-
cacy has not been documented (2, 16).
It should be recognized that such indi-
viduals frequently have preexisting
antibody against N. meningitidis and
may not be protected by vaccination.

Vaccination with the A-C vaccine
may benefit some travelers to coun-
tries recognized as having hyperen-
demic or epidemic disease and Ameri-
cans living in these areas, particularly
those who will have prolonged con-
tact with the local populace. One area
of the world recognized as having re-
current epidemics of meningococcal
disease is the part of sub-Saharan Af-
rica known as the “‘meningitis belt,”
which extends from Mauritania in the
west to Ethiopia in the east. Epidem-
ics have been recognized in other

4

parts of the world, and updated infor-
mation can be obtained from travel-
ers’ clinics, state health departments,
and CDC.

Primary Immunization. For both
adults and children, vaccine is admin-
istered subcutaneously as a single 0.5-
ml dose. The vaccine can be given at
the same time as other immuniza-
tions, if needed. Good antibody levels
are achieved within 10-14 days after
vaccination.

Precautions and Contraindications

Reactions. Adverse reactions to
meningococcal vaccine are mild and
infrequent, consisting principally of
localized erythema lasting 1-2 days.
Up to 2% of young children develop
fever transiently after vaccination
(13).

Pregnancy. On theoretical grounds,
it is prudent not to immunize pregnant
women unless there is a substantial
risk of infection. However, evaluation
of the vaccine in pregnant women dur-
ing an epidemic in Brazil demon-
strated no adverse effects. Further,
antibody studies in these women
showed good antibody levels in ma-
ternal and cord blood following vacci-
nation during any trimester; antibody
levels in the infants declined over the
first few months and did not affect
their subsequent response to immuni-
zation (/7).

Revaccination

Revaccination may be indicated for
individuals at high risk of infection,
particularly children who were first
immunized under 4 years of age; such
children should be considered for re-
vaccination after 2 or 3 years if they

remain at high risk. The need for re-
vaccination in older children and
adults remains unknown.

Prospects for Future Meningococcal
Vaccines

—

Work is continuing on a serogroup...

B meningococcal vaccine, as well as
on improved A and C vaccines. Can-
didate vaccines include capsular poly-
saccharides complexed with meningo-
coccal outer-membrane proteins or
covalently linked to carrier proteins.
Clinical efficacy data for these vac-
cines are not available.

Antimicrobial Chemoprophylaxis

Antimicrobial chemoprophylaxis of
intimate contacts remains the chief
preventive measure in sporadic cases
of N. meningitidis disease in the
United States. Intimate contacts in-
clude (1) household members, (2) day-
care-center contacts, and (3) anyone
directly exposed to the patient’s oral
secretions, such as through mouth-to-
mouth resuscitation or kissing. The
attack rate for household contacts is
0.3%-1%, 300-1,000 times the rate in
the general population.

Unless the causative organism is
known to be sensitive to sulfadiazine,
the drug of choice is rifampin, given
twice daily for 2 days (600 mg every

12 hours to adults; 10 mg/kg every 127

.

hours to children 1 month of age orw.

older; 5 mg/kg every 12 hours to chil-
dren under 1 month of age). Rifampin
has been shown to be 90% effective in
eradicating nasopharyngeal carriage.
No serious adverse effects have been
noted. However, rifampin prophy-
laxis is not recommended for pregnant
women, as the drug is teratogenic in
laboratory animals. Also, as well as
turning urine orange, rifampin is ex-
creted in tears, resulting in staining of
contact lenses; thus, they should not
be used during the course of therapy.

Because systemic antimicrobial
therapy of meningococcal disease
does not reliably eradicate nasopha-
ryngeal carriage of N. meningiditis, it
is also important to give chemopro-
phylaxis to the index patient before
discharge from the hospital (/8).

Nasopharyngeal cultures are not
helpful in determining who warrants
chemoprophylaxis and unnecessarily
delay institution of this preventive
measure.
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Month: June, 1985

State Regions

Disease This | Last | Total to Date sM Ver T Hama
Month | Month | 1985 1984 | To Date [N.W.| N. | S.W.| C. | E.
Measles 2 4 18 2 68 0 2 0 0 0
Mumps 7 S 28 12 39 2 1 2 | 1
Pertussis 2 0 3 11 12 0 0 | | 0
Rubella 0 | 1 0 11 0 0 0 0 0
Meningitis—Aseptic 24 5 89 62 48 3 5 2110 4
*Bacterial 16 9 135 138 118 1 6 | 6 2
Hepatitis A (Infectious) 14 7 101 55 93 2 10 0 0 2
B (Serum) 63 49 292 247 251 2728 521" 1414
Non-A, Non-B 11 4 50 55 33 0 3 2 0 6
Salmonellosis 230 152 752 482 531 43 | 37| 34 | 54| 62
Shigellosis 7 i 37 119 245 | 2 0 0 4
Campylobacter Infections 102 49 299 245 123 15,33 3.1 .23 28
Tuberculosis 42 37 187 220 — - =] = =] —
Syphilis (Primary & Secondary) 23 21 155 218 290 1 3 4 5 10
Gonorrhea 1924 1264 9056 9615 9932 —_ = = =] =
Rocky Mountain Spotted Fever 7l 3 10 16 21 0 3 1 2 1
Rabies in Animals 14 9 88 129 165 4 1 | 2 0
Meningococcal Infections 4 1 36 41 44 | 0 0 1 2
Influenza 9 17 922 1094 1571 2 1 6 0 0
Toxic Shock Syndrome 0 0 0 5 4 0 0 0 0 0
Reyes Syndrome 1 0 2 S 8 0 0 | 0 0
Legionellosis 0 2 7 12 9 0 0 0 0 0
Kawasaki’s Disease | 6 21 8 12 0 0 | 0 0

Other: Acquired Immunodeficiency

Syndrome 7 7 32 13 — 0 2 0 4 1

Counties Reporting Animal Rabies: Madison I raccoon; Rockingham | lamb; Shenandoah 2 raccoons; Arlington 2 raccoons;

Fairfax 1 bat, 1 raccoon; Loudoun 2 raccoons; Prince William | raccoon; Patrick | bat; Hanover 2 raccoons.

Oceupational Ilinesses: Pneumoconiosis 26; Carpal tunnel syndrome 24; Hearing loss 7; Asbestosnst# Brucellosis |; Cancer,

prostate I'; Mesothelioma 1.
*other than meningococcal
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